problem to the physician. Ineomplete understanding of the pathogenetic mechanisms, lack of objective measures for diagnosis, and differences of opinion coneerning therapy are parts of this problem. These difficulties, however, should not discourage the physician in his attempts to diagnose and treat venous thrombo-einbolism.
Although thrombophlebitis may occur without pulmonary embolism, and vice versa, thev are frequently associated. It bas been suggested that venous thrombosis can be divided into two types, thrombophlebitis and phlebothrombosis. Since the distinction has no practical value in management or prognosis, the generic terni "thrombophlebitis" seems preferable when the clinical findings permit the diagnosis of acute venous thrombosis.
Three factors, known as Virchow 's triad, stasis of blood flow, damage of endothelium, and hypercoagulability of the blood, have been considered important in the genesis of venous thrombosis, but the relative importance and interdependenee of these factors are not understood. Nonetheless, they serve as a valuable starting point in the management of thrombophlebitis.
The pathologic picture of venous thrombosis includes both thrombosis and variable inflammatory changes in the wall of the vein. In throinbophlebitis of more than a few days' duration, organization of the clot is also seen. When superficial thrombophlebitis is more extensive or extends despite this therapy, the use of anticoagulant therapy with coumarintvpe or related drugs until the acute process subsides is advisable.
For recurrent bouts of superficial thrombophlebitis for no apparent reason (idiopathic recurrent thrombophlebitis), long-term anticoagulant therapy is effective. In general, the use of long-term anticoagulant therapy is indicated when attacks of superficial thrombophlebitis are frequent enough to warrant the expense, the ineonvenience, and the risk of such therapy.
Deep Thrombophlebitis Clinical Aspects
WRhile distal edema is uneomnmon in superficial thrombophlebitis, it is a characteristic feature of thrombosis of the large deep veins, such as the iliofemoral or the axillary. The deep veins serve as the "final common pathway " for the return of blood from the extremities and, when they are acutely thrombosed, the collateral venous return through the superficial venous system is usually inadequate. Edema varies with the deep vein involved, being slight or absent in sural thrombophlebitis and usually of greater degree in iliofemoral thrombophlebitis.
Generally, the systemic reaction accompanying deep venous thrombosis is minimal even when thrombosis is extensive. A slight fever (100 to 102 F.) and a proportional increase in pulse rate are the only constitutional symptoms. Malaise Figure 1 Superficial thrombophlebitis of the left leg and thigh in a patient with cancer of the lung.
The signs and symptoms of thrombophlebitis occur acutely and subside in 1 to 3 weeks. Residual edema, when it occurs, is the result of fibrosis and valvular incompetency and is not due to "chronic thrombophlebitis, " which is a misnomer. The findings in the extremity have no prognostic value as to the risk of pulmonary embolus, since a pulmonary embolus may be the initial manifestation of venous thromboembolism with local symptoms in the extremity either being absent or appearing within several days.
Sural Physical examination may reveal little or no abnormality in patients with small pulmonary emboli. Elevation of the diaphragm, impaired percussion, or a localized patch of rales may be detected, but a pleural frietion rub is heard in only about 10 per cent of cases.
The roentgenographic manifestations may vary from minimal areas of fibrosis and small accumulations of pleural fluid to the uncommon classic wedge-shaped density. Electrocardiographic changes frequently are absent. When they occur, they are usually transient. These changes may consist of inversion of T waves in the right precordial leads, evidence of right bundle-branch block, or the changes of acute cor pulmonale. The last-mentioned is the most characteristic. Electrocardiographic changes oceur within the first 48 hours after pulmonary embolism and disappear rapidly.
In the differential diagnosis of pulmonary embolism one must consider atelectasis, pneumonia, myocardial infaretion, and intra-abdominal processes such as subdiaphragmatic abscess. In postoperative patients atelectasis is likely to develop in the first 3 postoperative days whereas pulmonary embolism is more likely to occur in the second postoperative week. Fever, cough, and physical findings in the chest are more prominent in pneumonia than in pulmonary embolism. In acute miyoeardial ilnfaretion tlle pain is not pleuritic, 
